Introduction
A number of studies have examined the relationship between external triggers and the onset of acute coronary syndromes ranging from physical activity to emotional upset and unusual stress. A trigger in general has been defined as an activity that produces acute physiologic or pathophysiological changes leading directly to the onset of acute cardiovascular disease [1] . So triggering is basically a matter of physiological reactions to impulses and extern stimuli from the outside world. Emotional stress and excitement associated with watching soccer matches has been suggested to act as an external trigger for the onset of acute coronary syndromes (ACS), though this has been disputed by other studies that find the relationship, if any, between the two negligible [2] [3] [4] [5] [6] [7] [8] [9] . . The patient reported having had two attacks of chest pain lasting 1-2 min 14 days before. There was no known history of coronary heart disease. The initial ECG showed a ST Elevation in II, III and aVF and CK-Max was raised up to 942 U/l. An acute coronary angiography demonstrated total occlusion of the RCA in the proximal third. In the main steam of the LCA was no stenosis; in the RIVA and RCX were only diffuse changes without significant stenosis. PTCA including stent implantation was successfully performed. As given in anamnesis life style habits did not change substantially in association with the beginning of the European Soccer Cup on the 7th of June 2008. The patient stated that he did not have any changes of job strain, physical activity or nutrition in the weeks before myocardial infarction. In particular the patient was questioned about potential triggers in the last 24 hours before symptom onset such as unusual physical activity, emotional upsets or immoderate alcohol consumption. As a result no other potential trigger could be identified.
Case description

Discussion
The case of our patient suggests the following: 1) Not watching one's favourite team win or lose acts as an acute trigger of ACS, as suggested by previous studies, but rather the overall excitement with which the game is watched. 2) Triggers might be cumulative. A series of triggers each of which is not strong enough to induce ACS, might collectively be able to do just that. In the case of our patient, although greater emotional intensity was possibly involved while watching his country play two days earlier (Italy vs Netherlands), he developed no symptoms, whereas watching a game where he had little emotional involvement acted as a trigger for the acute event. However, since the patient had been living in Switzerland for many years, this may influence his personal attitude towards the Swiss national team and may lead to a higher emotional involvement than he admitted. There is no general agreement about how long before the onset of symptoms an activity can take place to be regarded as an acute trigger rather than a more general etiologic factor. Trigger studies typically assess activities in the period ranging from a few minutes to 24 hours before ACS onset. Most recently, attention has focused on a 1-to 2-hour period before the onset of symptoms [10] . Sympathetic overtone appears to be the main cause in triggering acute coronary syndromes and plaque rupture and subsequent thrombosis at the site of plaque rupture is the most common underlying pathophysiological mechanism of acute coronary syndromes [11, 12] . This means that an increased sympathetic activity correlates with a bigger risk. What is determining is the traversing of a threshold, which is rather likely to occur the higher the extent of pathomorphological deviations in the coronary vessels in regard to atherosclerosis or the vulnerability of the plaque. Tofler and Muller have conjectured that there is an inverse association between the degree of plaque vulnerability and the intensity of the trigger required to produce rupture and thrombosis [13] . Thus, an individual with an extremely vulnerable plaque or severe stenosis may develop occlusion without a demonstrable trigger, whereas someone with no vulnerable lesion or stenosis may require a major identifiable stressor to trigger plaque rupture and thrombosis. In the case of our patient there may have been an extremely vulnerable plaque, but it raises the question why the acute myocardial infarction did not occur 2 days before under the influence of a comparable trigger. Therefore, it can also be hypothesized, that the susceptibility for the onset of acute myocardial infarction has been increased. Psychological stress stimulates the sympathetic nervous system leading to increased concentration of circulating catecholamines. Alterations in hypothalamic-pituitary-adrenocortical activity and inflammatory cytokine responses may also be involved [14] . In patients suffering from atherosclerotic diseases mental stress induces increased activities of coagulation as well as a decrease in fibrinolytic activation [15, 16] and it is known that in this patient the stress-induced hypercoagulability [17] as well as the platelet activation [18] needs more time to recover once the stressor has come to an end. The endocrine and inflammatory responses take longer to evolve and persist for longer periods after the end of behavioural challenges in regard to psychological stress than does neural activation [14] and may result in persistent platelet activation, hypercoagulable state and activation of inflammatory processes. These effects may have been playing a role in this case of potentially concurrent or interacting triggers and why myocardial infarction occurred in a potentially not so emotional game, because of the consecutively increased susceptibility for the onset of acute coronary syndromes after the influence of the first trigger two days before and the possibly associated proneness to plaque rupture and thrombosis on the day of myocardial infarction. Insight into triggering and identifying the pathophysiological mechanisms might be helpful for a better understanding, why an infarct enters just now and offers an additive approach to prevention. This seems also important because of the fact that risk factors cannot reveal anything about causality, but only about statistical relationships, and thus play only auxiliary roles. Only 50%-75% of the cardiovascular events can be traceable to traditional risk factors [12, 19] . Thus, besides risk-prediction models investigating the underlying mechanisms of acute triggers, for example by involving assessments of hemostatic, endocrine and inflammatory responses to potential triggers would be a chance to facilitate the progress in the understanding of coronary heart disease and may clarify the pathophysiological mechanisms underlying the triggering process.
